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Epizootiology

There are two distinct phases in the life cycle of the type C oncoviruses
In one phase, the virus genome exists as DNA integrated in the host cell
genome (the so-called provirus), where it is replicated and transmitted to all
daughter cells along with the host cell genome. In the second phase, com-
plementary RNA sequences are synthesized from the DNA provirus and
packaged in extracellular vmons for transmission to other host cells. In the
target cells there is reverse transcription of the RNA genome into DNA and
integration of the DNA into the host cell genome (Bishop and Varmus,
1975, Lilly and Mayer, 1980)

The endogenous type C oncoviruses are integrated in the DNA of the
host's sex cells and are transmitted vertically as Mendehan traits All
laboratory and wild M musculus are thought to harbor endogenous type C
oncoviruses Horizontal transmission is inefficient but can occur by trans-
fer of virus in saliva, sputum, urine, feces, or milk or by intrautenne infec-
tion The exogenous type C oncoviruses, of which the Friend, Moloney,
and Rauscher strains are prototypes, are laboratory variants that have been
derived from transplantable tumors and are known to become integrated
only in the DNA of somatic cell lines (Lieber and Todaro, 1975, Lilly and
Mayer, 1980)

Clinical

Despite the fact that all mice have endogenous MuLVs, leukemias and
related malignancies occur naturally in only 1-2% of most strains (Furmanski
and Rich, 1982). In contrast, AKR mice have a high incidence of spontaneous
thymic lymphoma, reaching 90% by 9 months of age In affected mice, the
most common signs are dyspnea (due to thymic lymphoma), peripheral
lymphadenopathy, or abdominal enlargement (Squire et al., 1978).

Pathology

The mechanisms of MuLV expression (replication) and leukemogenesis
are extremely complex. The MuLVs are a collection of viruses that are
related in genetic sequence but that have diverse patterns of host range and
tissue tropism. All mouse strains have MuLV genomes (proviruses) for
ecotropic and xenotropic viruses at different loci in their genomes. Mouse
strains with a low incidence of leukemia (BALB/c, A/J, C3H/He, and CBA/
J) have single ecotropic proviruses at a few nonallehc chromosomal loci,
while mouse strains with a high incidence of leukemia (AKR, C58, C3H/
Fa) have multiple ecotropic proviruses at nonallehc chromosomal loci. The